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INTRODUCTION Citrullinated a-enolase responses are detected in healthy donors and cancer patients
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Figure 1 S Peptide used for ex vivo stimulation r s R G PBMCs from 6 healthy donors were cultured with media, human Enolase 241cit or Enolase 241wt peptide. Thymidine proliferation assays were performed on days 4, 7 and 11 (A). Supernatants from healthy
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Responses in mice are CD4 mediated and show cytotoxicity Citrullinated a-enolase peptide immunisation provides efficient tumour therapy
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